Fig 1 Cutaneous vasculitis: early lesions overfourth
metacarpophalangeal joint, a later lesion over index finger over 1-3 days, and many progressed to hemorrhagic bulli and ulcers. Gradually lesions healed spontaneously, with scarring. He had lost 15 kg in weight, but was otherwise well.
On examination: There were a variety of skin lesions over the dorsa of both hands. The most recent were tender, 5-mm erythematous and purpuric nodules. Older lesions included hmemorrhagic bullm, ulcers and plaques with sinuses discharging necrotic debris (Fig 1) .
He was anxmic with splenomegaly (8 cm below costal margin) but without hepatomegaly or lymphadenopathy.
Investigations: Skin histopathology: a lesion less than 12 hours old showed foci of florid necrosis of small vessels infiltrated and surrounded by degenerate neutrophils. Older lesions showed extensive upper dermal suppuration.
Peripheral blood: hemoglobin 10.7 g/dl, WBC 10 300/4l; differential: 5700 neutrophils, 34% lymphocytes, 1% eosinophils, 3 % monocytes 5 % myelocytes; film was leukoerythroblastic and showed polychromasia, anisopoikilocytosis, occasional erythroblasts (<1 % nucleated cells) and tear-drop cells. The reticulocyte count was 11 0%; serum folate 1.2 1ig/l (normal 4-20 jg/l) with normal red cell folate; neutrophil alkaline phosphatase was 115/100 neutrophils (normal 15-100). During 3 weeks observation the hwemoglobin fell to 9.1 g/dl and an occasional blast cell (< 1% cells counted) appeared in the peripheral film.
Marrow: extremely hypercellular with increased numbers of red cell, white cell and platelet precursors; LE ratio was 3:1; mild megaloblastic change was thought to be secondary to high turnover. Chromosomal analysis revealed that the cells were hyperdiploid (47, XY, +F) with an extra chromosome that appeared to belong to the F group (Fig 2) . (Giemsa banding has not yet been done.) No Philadelphia chromosome was found.
Also abnormal: IgG 27.8 g/l (normal 6.0-12.0), IgM 2.8 g/l (normal 0.5-1.0). Complement C3 870 mg/l (lower limit of normal 1200). The Clq binding assay for immune complexes was borderline abnormal. Euglobulin lysis time 420 min (normal 90-240). There was evidence of hemolysis, although Coombs' test and Ham's test were, negative.
Comment
The appearance of blast cells in the peripheral blood and the demonstration of an extra chromosome in the marrow confirm the underlying myeloproliferative condition. These disorders are often considered as a spectrum of closely related syndromes reflecting a stimulus to stem-cell proliferation, the malignant nature of which is inferred (Nowell 1974) 13 of 16 patients with myeloproliferative disorders and chromosomal abnormalities in the marrow developed leukemia within six months. The prognosis must thus be guarded and initial management is conservative, including transfusion, correction of nutritional deficiencies, avoidance of hyperuricemia and careful follow up. Should frank leukemia develop, and therapy be instituted, a favourable response may be heralded by loss of the abnormal chromosome, and relapse by its subsequent reappearance (Trujillo et al. 1974) .
Although vasculitis has seldom been reported in association with leukemia (Braverman 1970) , perniotic plaques on the extremities have been described in premonocytic leukemia (Marks et al. 1969) . Histologically these lesions showed smallvessel damage but much less than in the necrotizing process described here.
Recognized factors which may lead to vasculitis, such as infection, autoimmune disease, and drugs were sought, but none were found. Possibly there was immune complex deposition (lowered C3 and Clq binding results), but the data were inconclusive. If the vasculitis seen in this case is causally related to the myeloproliferative disorder, the pathogenesis remains obscure.
